Sec.tion of Obstetrics and Gynecology 27 pregnancy. They conclude that in rabbits the function of lactation is the result of the stimulation of some chemical substance or substances contained in the foetus. FoA has confirmed these observations. I am interested in learning that in France a number of confinements have taken place normally and painlessly under spinal anesthesia. I have myself performed a Ca3sarean section under spinal anesthesia, and in that case the contraction and retraction of the uterus were quite normal.
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Two Cases of Puerperal Anuria in which the Renal Capsule was incised and Portions of the Kidney Substance removed for Examination. By CLIFFORD WHITE, F.R.C.S. THE sections of the kidney which I am showing to-night were both removed by operation from patients suffering from partial anuria during the puerperium. As their appearance is unusual and may have a bearing on the causation of the suppression of urine,, I shall be interested to know if members of the Section have met with similar conditions of the kidney. The clinical histories of the cases are briefly as follows:
L. B. The patient was a primigravida admitted to Queen Charlotte's Hospital on April 7, 1918, comatose from eclampsia at the twenty-fourth week of pregnancy. She was distinctly cyanosed and faintly jaundiced. The blood-pressure was 160 mm., there was slight cedema of the ankles and free fluid was present in the peritoneal cavity. Catheterization yielded but an ounce of dark bloody urine. Fits recurred at short intervals. She was delivered of a dead child by abdominal Caesarean section and when the kidney was directly palpated at the end of the operation, it was found to be very hard. As recorded in detail in the British Medical Journal of July 6, 1918, it has been my custom to open the fibrous capsule of the kidney when performing Caesarean section on eclamptic patients who are passing very little water if, on direct palpation, the tension of the kidney is greater than usual. This has been done on the supposition that the increased tension inside the fibrous capsule of the kidney is a factor in causation of a diminished flow of urine by producing pressure on the collecting tubules. However, owing to the early period of the pregnancy in this patient, the CEesarean incision' was too low to permit of the kidney being reached without extending the incision, and this was considered unadvisable owing to the critical condition of the patient. After the operation no further fits occurred and consciousness was regained in two hours. From April 8 to April 17, although large quantities of fluid were administered, there was almost complete suppression of urine. There were, however, none of the usual symptoms of uraemia; the patient was conscious although inclined to be drowsy, but vomiting, convulsions, headache, twitchings and delirium were absent. The tongue was clean, the breath not offensive and the optic disks normal. On April 17 her general condition was much worse and the cedema rapidly increasing, so I incised the right loin and exposed& the kidney, which was dark purple in colour and hard. On incising the fibrous capsule of the kidney, the renal substance bulged slightly through the cut: a minute piece of the kidney was removed for microscopic examination. In the sixteen hours before the operation she had passed only .2 oz. of urine, in the next eight hours she passed 6 oz. per urethrarm besides a quantity that escaped through the drain in the loin. The next day (April 18).38 oz. were passed, on the 19th, 37 oz., and on the 20th, 50 oz. Casts were absent till the day after the operation, when blood and leucocytic casts were passed in quantity. The patient rapidly convalescedand was discharged in good condition.
The other case is that of S. O., who was admitted to University College Hospital under Dr. G. F. Blacker, on March 12,1912, being then at the sixth month of her second pregnancy. She had had severe albuminuria for several weeks and although labour was induced on April 1, the albuminuria did not improve and cedema became intense and universal. In spite of treatment never more than 91 oz. of lurine were passed in each twenty-four hours and on April 17 four fits occurred and the patient seemed to be dying. On the 18th nephrotomy was performed. In this case the kidney did not bulge much through the capsule but she started passing 20 oz. of urine a day and rapidly recovered.
The sections from both cases are very similar. In both there is well-marked dilatation of the tubules; the extent of this dilatation can be'seen in the tracings made from the actual sections shown to-night compared with a tracing made from a section of a normal kidney (see fig., p. 29) . The cells lining the. tubules' are more or less degenerate and some tubules are filled with granular material. The glomerular cellb show little change but the clear space round them is Section of Obstetrics and Gynwcology greater than in a normal kidney. There is small-cell infiltration of the interstitial tissue and the connective tissue is, in places, increased in amount and is cedematous. No thrombosis of vessels is present.
The question of importance is, what is the causation of the diiminution in the quantity of urine excreted in these .cases ? Anuria in the puerperium is a well known although uncommon event and, following the publication of Bradford's and Lawrence's post-mortem findings in Normal To showiappearance of section of normal kidney compared with sections from the patients L. B. and S. 0. The illustration is made up from tracings from the microscopic sections, and gives an accurate comparison of the sizes of the renal tubules and glomeruli. t 1898,' it has been usual to ascribe it to thrombosis of the intertubular vessels with necrosis of the renal cortex. Rolleston2 collected eleven fatal cases recorded with post-mortem findings. In these cases the clinical 'Journ. Path. and Bact., 1898, v, pp. 195-201. symptoms are similar to those present in the case of L. B., i.e., similar to the symptoms which occur when both ureters are blocked by calculi, and to which the name " latent anuria " is given. As far as I am aware the " thrombotic kidney" theory rests on post-mortem findings, as the condition of the kidney during life has not been investigated, nor have minute portions removed by operation been submitted to microscopic examination.
The possibility that inflammatory swelling producing increased tension within the fibrous capsule of the kidney may be a factor in causing a diminution in the flow of urine is supported by clinical observation. Direct palpation of the kidneys during Caesarean section for eclampsia has shown them to be harder than normal in some half dozen of my patients in whom the urinary output was distinctly diminished. Whereas it was interesting to find the kidney comparatively soft on palpation in two recent cases in which large quantities of urine were being passed. In both these cases the patients were profoundly toxemic, but plenty of urine (in one 'case 12 oz.) was obtained by catheterization immediately before operation, and free diuresis continued after delivery by simple Caesarean section: The immediate passage of leucocytic casts after incision of the capsule, although they had been absent previously (in the case of L. B.), is also suggestive.
The sections shown to-night seem to support the view that the deficient excretion of urine is due to obstruction to the flow from the renal tubules; thus the tubules become overdistended and dilate. When the pressure Of urine in the tubules becomes sufficiently high, secretion ceases or re-absorption commences. Experimentally, when the ureters are ligatured in animals, the pressure of urine in the manometer rises to 60 mm. Hg. and then stops, thus showing that a comparatively low pressure is enough to prevent further excretion.
I suggest that the thrombosis and cortical necrosis found postmortem in these cases are terminal phenomena, and not the actual cause of the suppression during life. The immediate improvement following the relief of tension inside the fibrous capsule of the kidney suggests that the increased tension is the immediate cause of the diminished urinary-output, and, if so, the condition instead of being necessarily fatal, is amenable to surgical treatment.,
The small number of the cases that I have so far investigated makes it impossible to draw any definite conclusions, but I bring forward these observations in the hope that members of the Section will be able to confirm or contradict them as a result of further experience.
DISCUSSION.
Dr. FAIRBAIRN: As far as I can remember the cases described by Lawrence and Bradford and by Rolleston are not really on all fours with these eclamptic anurias of Mr. Clifford White's two cases. My impression is that the characteristic clinical features of these cases consisted in the anuria being unaccompanied by fits -or by uramic symptoms; indeed, until near their fatal termination there were very few symptoms of any kind. The effect of the anuria was compared to that produced by ligature of the ureters in animals or double calculous anuria in the human being. The post-mortem changes were those of an extreme necrosis of the renal cortex, while the pyramids remained unaffectfed. Lawrence and Bradford ascribed this to an obliterative endarteritis, but surely the primary cause is now recognized as a toxic one which picks out the cortical area. How could increased tension within the capsule explain the very selective character of the necrosis in these cases ? I have seen two cases of this kind, and the striking feature in both was the marked differentiation of the necrosed cortex from the unaffected pyramids.
Mr. CLIFFORD WHITE (in reply): Regarding Dr. Fairbairn's criticism that one of the two cases was clinically unlike the typical case with necrosis of the cortex found post-mortem, in that ureemic manifestations were present, I would point out that Rolleston states that "analysis of the eleven collected cases does not justify the statement sometimes made that uremia is constantly and entirely absent." I suggest that further knowledge may indicate that the vascular changes found post-mortem are terminal phenomena, and not the primary cause of the symptoms that come on some ten days before death. If the cause be toxemia, increased diuresis, however obtained, will aid in eliminating the toxin.
